Sir,

A 13-year-old girl presented to our Outpatient Department with a chief complaint of a painful ulcer on her palate for the last one-and-a-half years, which had gradually increased to the present size. She had taken antibiotics from multiple local practitioners, but there had been no response. She did not have any systemic complaints, for example, cough fever or weight loss and had no history of any allergy. On examination, the ulcer was present in the midline of the hard palate, extending posteriorly to the soft palate \[[Figure 1a](#F1){ref-type="fig"}\]. The ulcer was approximately 12 × 10 mm in size, with an erythematous surface. On examination of the neck region, no localized lesion was found and no lymph nodes were palpable. On further evaluation, she gave history of eating fish one-and-a-half years back with a fish thorn prick on the palate. Following the prick, the ulcer had appeared on the palate that gradually increased in size over time. On presentation, she weighed 20 kg, blood pressure (BP) was 110/70, pulse rate (PR) 76/minute, respiratory rate RR 16/minute, and her routine blood investigation revealed a hemoglobin (Hb) of 9.8, total leukocyte count (TLC) of 9400, differential leukocyte count (DLC) of 66,29,4,1, platelet count of 3.31, and erythrocyte sedimentation rate (ESR) of 37 mm/first hour. The human immunodeficiency virus (HIV), hepatitis C virus (HCV), and hepatitis B surface antigen (HbsAg) were negative.
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She was a native of Bihar and presently residing in Punjab. Her father was an industrial worker, and her family resided in an overcrowded area of a low socioeconomic status neighborhood. Her chest x-ray was done, which was normal, without any evidence of active lesions \[[Figure 2](#F2){ref-type="fig"}\]. Her Mantoux test was 30 × 30 mm after 48 hours.
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On assuming a positive Mantoux, and a low socioeconomic status, residing in an overcrowded area, long history, and no response to antibiotics, a pathology of tuberculosis was suspected, and a biopsy of the ulcer was done. The biopsy revealed granulomatous inflammation with necrosis, consistent with a tuberculosis palate \[[Figure 3](#F3){ref-type="fig"}\]. She was treated under Revised National Tuberculosis Control Program (RNTCP) category I regimen (thrice a week), with product code 13 + 14 containing Isoniazide 225 mg, Rifampicin 225 mg, pyrazinamide 750 mg, and Ethambutol 600 mg, for the first two months (intensive phase), followed by Isoniazide 225 mg, Rifampicin 225 mg for four months (continuation phase), and a dramatic response was observed within 20 -- 25 days. Now she is well and the ulcer completely healed \[[Figure 1b](#F1){ref-type="fig"}\].
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In this case, the history of a fish-thorn prick appears important, as this could have breached the mucosal surface of the palate, and given a chance to the Mycobacterium tuberculosis to cause the disease, and prompted us to report the case.

Tuberculosis of the oral cavity may be either primary or secondary. The prevalence of the oral manifestation in pulmonary TB ranges from 0.8 -- 3.5%.\[[@ref1]\] The most common site of oral TB is the tongue. Other sites are the soft palate, hard palate, lip, cheek, tonsils, gingiva, floor of the mouth, uvula, and oral mucosa.\[[@ref2]\] Oral TB is common in the 20 -- 40 year age group.\[[@ref3]\] In secondary tuberculosis, the bacilli may reach the oral mucosa either by the hematogenous route or by the lymphatic route. The pathogenesis of primary oral TB may be due to a direct gain of the bacilli into the oral mucosa through a break or loss of a natural barrier resulting from trauma, inflammatory condition, leukoplakia, tooth extraction, or poor oral hygiene.\[[@ref4]\] The importance of an intact oral mucosal epithelium in resisting oral infection is shown by the observation of Abbott *et al*., who were able to isolate the *tubercle bacilli* from the mouth washings of 44.9% of the patients with active pulmonary lesions.\[[@ref5]\] Other local predisposing factors are dental cysts, periapical granuloma, dental abscess, periodontitis, and jaw fractures.\[[@ref1][@ref4]\] The systemic factors that may favor the oral infection in TB are lowered host resistance\[[@ref6]\] and increased virulence of the organisms.\[[@ref1][@ref4]\] Various factors that protect the oral cavity from tubercular invasion are the protective effect of saliva, presence of saprophytes, resistance of the striated muscles to bacterial invasion, and thickness of the protective epithelial covering.\[[@ref2]\] Oral TB commonly presents as a non-healing,\[[@ref4]\] ulcerative lesion of the mucosa. The lesion may be preceded by an opalescent vesicle or nodule, which may break down as a result of caseation necrosis to form an ulcer.\[[@ref1]\] The typical tuberculous ulcer is indurated, irregular, having an undermined margin, and a yellowish granular necrotic base.\[[@ref1][@ref4]\] Sometimes a tiny, single or multiple nodules are seen surrounding the ulcer. These are called 'sentinel tubercles'.\[[@ref1]\] Oral TB may also present as nodules, fissures, plaques, vesicles, tuberculomas, and granulomas.\[[@ref4]\] The palatal lesions of TB may be seen as granulomas, ulcerations or perforations,\[[@ref4]\] and are usually more common on the hard palate than on the soft palate.\[[@ref1][@ref3]\] According to Barauh *et al*., the secondary palatal TB may present as either lupus verrucosus (hypertrophic lesions) or lupus necrogenica (ulcerative lesions).\[[@ref7]\] These lesions are usually seen in patients with strong immune responses and are considered to be due to hypersensitivity to acid fast bacilli (AFB), which further cause tissue destruction.\[[@ref7]\] Even when evaluating a chronic painful ulcer in the oral cavity, a clinician should consider both infectious processes such as syphilis and deep fungal disease, and non-infectious processes such as chronic traumatic ulcer and squamous cell carcinoma. Other causes of palatal ulcer include leprosy, leishmaniasis, Wegener\'s granulomatosis, sarcoidosis, major aphthous ulcer, ulcers in HIV patients, mucoepidermoid carcinoma, necrotizing sialometaplasia, drug abuse (cocaine), and midline lethal granuloma.\[[@ref8]\] Mucoepidermoid carcinoma should be considered as a major differential diagnosis of a palatal ulcer among pediatric patients.

The diagnosis may be difficult to establish because presentations of various conditions are similar and nonspecific.\[[@ref7]\] A definitive diagnosis can be made by identifying or isolating the *tubercle bacilli* from the tissue obtained during biopsy or surgery.\[[@ref7]\] Cultures of involved tissues are more often positive than are smears.\[[@ref7]\] Many other methods are also available like polymerase chain reaction (PCR), Deoxyribonucleic acid (DNA) probes, and high performance liquid chromatography (HPLC). However, these are mainly used for species identification and to detect resistance to anti-tubercular drugs. Their role is also limited by their cost, lack of availability, and lack of sensitivity.\[[@ref7]\] Palatal TB patients should receive anti-tubercular treatment promptly because oral lesions may prove to be a potential infectious hazard to the health personnel.

Primary palatal tuberculosis is relatively rare, and may present as a chronic nonhealing ulcer or nodules, fissures, plaques, vesicles, and granulomas. When investigating such lesions with a nonhealing tendency, tuberculosis should be considered in the differential diagnosis.
